Abstract
Introduction

Cholesterol crystal embolism (CCE) is a systemic disease resulting from the occlusion of arteries by cholesterol crystals released from atheromatous plaque of the aorta (1). Catheter or surgical manipulation of the aorta is a major cause of CCE, but it can occur spontaneously (2-4), and after thrombolysis or anticoagulants (1). Thirty cases of CCE after thrombolysis have been previously reported, and the duration from the thrombolysis to the onset of CCE ranged from a few hours to 2 months (5). Therefore, whether or not the occurrence of CCE was directly related to thrombolysis was not clear (1). We report a case of CCE which occurred about 5 months after thrombolysis for cerebral infarction.
Case Report
T a b l e 1 . L a b o r a t o r y Da t a o n Ad mi s s i o n
F i g u r e 1 . Cy a n o s i s o f t h e r i g h t t o e .
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F i g u r e 3 . S k i n b i o p s y o f t h e r i g h t t o e s h o we d n e e d l es h a p e d c l e f t s i n t h e l u me n o f t h e a r t e r i o l e ( He ma t o x y l i n a n d E o s i n s t a i n i n g ) .
arteries were palpable. Laboratory data indicated azotemia, eosinophilia, anemia and elevation of CRP (Table 1). MRI revealed multiple plaques of the thoracic and abdominal aorta, one of which was ulcerated (Fig. 2). Skin biopsy of the right toe revealed needle-shaped clefts in the lumen of arteriole which is a characteristic finding of CCE
. 
Discussion
CCE is a systemic disease caused by the occlusion of arteries resulting from embolization of atheromatous debris in-
cluding fibrin, platelets, cholesterol crystals, and calcium fragments (1). The atheroemboli typically occlude small arteries of the extremities, brain, eye, kidney or mesentery (1). Catheter or surgical manipulation of the aorta is a major cause of CCE, and anticoagulants or thrombolysis might precipitate CCE (1). Several cases of spontaneous CCE have been reported (2-4).
Because invasive vascular procedures were not performed, CCE in this patient was spontaneous or related to thrombolysis. To our best knowledge, thirty cases of CCE after thrombolysis were reported in the past (5) . The mechanism of CCE after thrombolysis is assumed to be via lysed thrombi which cover atherosclerotic plaques and release cholesterol debris into the blood stream (6) . In previous reports, CCE occurred a few hours to 2 months after thrombolysis (5) , but in the present patient CCE occurred about 5 months after thrombolysis. Coagulation activation was reported to be induced by thrombolysis (7, 8) (9, 10) . The use of thrombolytic agent is associated with a slightly higher prevalence of ulcerated plaques in acute myocardial infarction (11) . Thrombolytic agents are reported to increase the serum level of matrix metalloproteinase 9 (MMP-9) (12, 13) , and MMP-9 may play a central role in plaque destabilization (14, 15 
